We report a case where a patient presented with generalised tonic-clonic seizures secondary to nausea, vomiting and dehydration. She had suffered a postpartum haemorrhage six months previously. On laboratory assessment hyponatraemia and low hormone concentrations suggested pituitary failure. The diagnosis was confirmed by magnetic resonance imaging of the head, which showed a partially empty sella turcica. Given the severity of the morbidity in this case we emphasise that Sheehan's syndrome should be suspected in women presenting with postpartum seizures.
Postpartum haemorrhage is still a common cause of Sheehan's syndrome in the Indian subcontinent. Current epidemiological data shows that 3.20% of the parous females aged 20 to 39 years and 4.18% of those aged 40 years or older have Sheehan's syndrome 1 . We report a case presenting as postpartum seizures secondary to nausea, vomiting and dehydration.
CASE HISTORY
A 20-year-old female (gravida 1, para 1), with no significant past medical history, experienced a normal antenatal period ending in spontaneous labour at 38 weeks gestation. She suffered a postpartum haemorrhage secondary to uterine atony after prolonged labour due to a deflexed foetal head position. Uterine massage was performed and methylergometrine, oxytocin and 15-methyl prostaglandin F2-α were given. She lost approximately two litres of blood and was hypotensive during this period, during which she received two litres of crystalloid and two units of packed red blood cells. In spite of therapy, bleeding could not be controlled and intrauterine packing was performed. She had no further complications and was discharged on the seventh day after delivery with the advice to start oral iron therapy. Her serum sodium (Na + ) concentrations during hospitalisation ranged from 134 to 146 mmol/l.
After staying at home with persistent weakness, amenorrhoea and failure to lactate, at approximately six months after delivery she developed nausea, vomiting, dizziness and fatigue. She subsequently represented to the hospital emergency department in a state of altered consciousness and dehydration following a generalised tonic-clonic seizure. On examination she was hypotensive with a blood pressure of 76/40 mmHg and a heart rate of 146 beats/minute. She was afebrile, tachypnoeic and had a Glasgow coma score of 10.
The patient was rehydrated with two litres of intravenous normal saline 0.9% over 30 minutes but remained hypotensive (blood pressure 84/54 mmHg, central venous pressure 9 mmHg). An infusion of dopamine at 10 µg/kg/minute was initiated and with continued rehydration her blood pressure returned to 110/76 mmHg within 15 minutes. A phenytoin infusion was started for seizure prophylaxis. Initial laboratory results showed severe hyponatraemia and hypoglycaemia (Table 1) for which she was treated with 3% hypertonic saline (correction of serum Na + at 1.5 mmol/l/h for the first 4 hours then 6 mmol/l over the next 20 hours) and 50 ml of 50% dextrose. Blood sugar levels returned to normal within 30 minutes. The hyponatraemia persisted despite fluid restriction, her sodium concentration being 117 mmol/l after 24 hours. On further evaluation her serum hormonal concentrations were found to be low, suggesting pituitary failure ( Table  2 ). To confirm the diagnosis of Sheehan's syndrome, a magnetic resonance imaging scan of the head was performed and showed a partially empty sella turcica. She was started on hydrocortisone while still an inpatient (183 days after delivery) and levothyroxine and oestrogen one week after discharge. She was advised to wear a bracelet indicating adrenal insufficiency, and that she will need oestrogen and levo-thyroxine replacement for life and additional corticosteroid therapy during stressful events.
DISCUSSION
Sheehan's syndrome is a rare complication of postpartum haemorrhage, first described by H. L. Sheehan in 1937 and attributed to acute pituitary necrosis as a result of ischaemia during hypotension 2 . The pituitary gland is physiologically enlarged during pregnancy and thus potentially sensitive to decreases in blood flow. Although several mechanisms have been postulated, the principal event appears to be infarction of the anterior pituitary gland 3 . The clinical features are variable but initial presentation is usually failure of lactation 4 . Other patients remain asymptomatic or have symptoms unrecognised until many years after the initiating event 5 . This case exemplifies the diagnostic difficulties confronting clinicians who deal with women having postpartum seizures, with severe hypoglycaemia, hyponatraemia, seizures and shock in the postpartum period proving to be manifestations of this syndrome.
The most common electrolyte abnormality in Sheehan's syndrome is hyponatraemia, which can present immediately during the postpartum period through to several years after delivery. Causes are hypovolaemia, low cortisol concentrations, hypothyroidism and the syndrome of inappropriate antidiuretic hormone secretion 5 . In this patient the serum sodium concentration improved slightly after saline hydration but failed to correct until hydrocortisone replacement therapy was given.
Severe stress during hypovolaemia leads to hypothalamic release of adrenocorticotrophic hormone, which stimulates cortisol secretion and subsequent hyperglycaemia and gluconeogenesis. Our patient presented late with hypoglycaemia, low serum cortisol and shock secondary to nausea and vomiting in the setting of pituitary failure.
Deficiencies of anterior pituitary hormones have variable presentation. The corticotrophin deficiency results in weakness or hypoglycaemia. Body hair decreases and amenorrhoea develops because of gonadotrophin deficiency. Growth hormone deficiency presents as weakness and decreased muscle mass and there is failure of lactation because of hypoprolactinaemia 6 . Oligomenorrhoea and hypoglycaemia also develop due to secondary hypothyroidism.
The condition termed lymphocytic hypophysitis shares many features with Sheehan's syndrome but can be differentiated by the presence of associated autoimmune glandular disorders and a mass lesion within the pituitary fossa 7 . Diagnosis of Sheehan's syndrome is difficult at times because partial pituitary deficiencies are often difficult to detect 8 . Stimulation tests (e.g. insulin-induced hypoglycaemia) may be required to make the diagnosis during the acute phase or if a partial deficiency is suspected 9 . The insulin tolerance test induces transient hypoglycaemia and is contraindicated in patients 10 . To support the diagnosis in our patient, a pituitary magnetic resonance imaging scan was done and showed a partially empty sella. The final diagnosis of Sheehan's syndrome was based on the history, clinical symptoms (failure of lactation, hyponatraemia and hypoglycaemia), low baseline cortisol and low thyroid hormone concentrations and the partially empty sella. Treatment of Sheehan's syndrome includes replacement of hydrocortisone initially and later thyroxine and oestrogen replacement, plus progesterone depending on whether the patient has undergone hysterectomy or not 7 . Hydrocortisone (20 mg per day in divided doses, then titrated) should be commenced first because thyroxine can exacerbate glucocorticoid deficiency and theoretically induce an adrenal crisis 7 . Replacement of growth hormone is controversial in adults because only some patients benefit and standard recommendations are not available 12 .
In conclusion, considering the severity of the disease in this patient, we wish to emphasise that Sheehan's syndrome should be in the differential diagnosis of any patient presenting with postpartum seizures.
